SUMMARY Although the commonest type of axillary nerve palsy occurs following shoulder dislocation on humeral fracture, another form is seen after blunt trauma to the shoulder region without associated fracture or dislocation. The former usually goes on to a full recovery whereas a failure to recover is common in the latter group. In our review of 13 patients with palsy after blunt shoulder trauma, seven patients showed minimal or no recovery of deltoid muscle function and six patients went on to complete or near complete recovery. Serial electromyographic examinations usually revealed the lesion to be in continuity although eventual clinical recovery was not satisfactory in a number of these patients. The mechanism of the palsy appeared to involve a stretch injury and this was confirmed at operation in two patients. Glenohumeral fixation was a troublesome complication which limited recovery of function in four patients. 
SUMMARY Although the commonest type of axillary nerve palsy occurs following shoulder dislocation on humeral fracture, another form is seen after blunt trauma to the shoulder region without associated fracture or dislocation. The former usually goes on to a full recovery whereas a failure to recover is common in the latter group. In our review of 13 patients with palsy after blunt shoulder trauma, seven patients showed minimal or no recovery of deltoid muscle function and six patients went on to complete or near complete recovery. Serial electromyographic examinations usually revealed the lesion to be in continuity although eventual clinical recovery was not satisfactory in a number of these patients. The mechanism of the palsy appeared to involve a stretch injury and this was confirmed at operation in two patients. Glenohumeral fixation was a troublesome complication which limited recovery of function in four patients. Further details of the type of trauma, clinical and electromyographic examination, assessment and management are discussed.
Axillary nerve palsy is commonly due to trauma although it represents less than 1% of nerve injuries. ' 2 In the large series of peripheral nerve injuries arising out of wartime experience, only five out of a total of 4000 cases were described by Frazier and Silbert3 and 25 out of 2636 cases by Bristow.4 In these reports, the nature of the trauma whether blunt, penetrating or associated with fracture or dislocation of the humerus was not specified. More recently, Blom and Dahlback,s Follow-up examinations were done in 11 patients; two patients were not followed although one of these had only a mild degree of involvement. Of the remainder, five were examined on two occasions, three on three occasions and three on four occasions. The degree of recovery was assessed according to the following scale: good-full strength or minimal residual weakness; moderate-intermediate weakness; poor-minimal or no power.
It is of interest that sensory loss was present in only nine patients. A restriction of shoulder movement on the basis of glenohumeral joint fixation was a complication in four patients; in two of these, the degree of axillary nerve palsy was relatively mild and in the remaining two, it was more severe. In two of these patients with this complication, the clinical picture continued to be dominated by pain and limited movement in spite of nerve recovery. Furthermore, it appeared that psychological factors with over-reaction, guarding and limitation of movement had played a role in the development of glenohumeral fixation and in the incomplete recovery. Axillary nerve palsy following blunt trauma to the shoulder region Two of the patients with complete palsy underwent surgical exploration at 5 and 6 months respectively. In one, the nerve was in discontinuity and an end bulb, about the size of a pea, 1 cm distal to the origin of the axillary nerve from the posterior cord, was identified. A gap of 2 cm, with intervening fibrous strands, was present between this swelling and the end of the distal portion of the nerve. There was considerable scar formation in the quadrangular space and the appearance was that of a severe stretch injury. A sural nerve graft was done with the use of the operating microscope and an interfascicular graft technique. Two months post-operatively there was no clinical evidence of recovery although EMG examination was not done. In the other patient, scar formation was also considerable; the nerve was in continuity but was attenuated throughout its course and the appearance was that of an atrophic nerve. An external neurolysis was done and the epineurium was opened in order to verify continuity of the fascicular pattern. Clinical examination at 5 months after this procedure has not revealed any recovery. When the palsy is identified as complete by clinical and electromyographic criteria, follow-up examination should be done at intervals of about one month. The pace of recovery for the axillary nerve, as can be expected from the time re-innervation/ distance relationship, is such that there should be some recovery between the third and fourth month after onset. Evidence of re-innervation must be looked for and if nascent polyphasic potentials or motor units under voluntary control do not appear by about the fourth month, the lesion may be in discontinuity. Although the outcome was poor in the one patient who underwent surgical exploration and nerve grafting, this procedure offers the only hope for recovery of nerve and muscle function when the nerve is in discontinuity. With newer techniques of nerve repair with the use of the operating microscope, attention to the fascicular pattern and the use of nerve autographs, further assessment of the outcome of this approach is required.
